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Fig. 1 Brain MRI and Electroencephalogram (EEG) before and after diazepam injection.

A: MRI on the first admission day showing no abnormality. B: EEG showed bifrontal rhythmic delta activity with fast

waves, and its frequency was fluctuated. C: Intravenous injection of diazepam ameliorated the EEG findings.

25704 P2V AFE (A F V7L F=v 1 » 1,000 mg/H x
3HM) =BG L. X+ 211 HUEE, OFfEIZdeE L, CK
BT L72AS, ik L ~Vid JCS 300 1AL L7z, i
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PR F 1 2 v ¥ — ik (BT Musk Pifk) EBMET
Hotz. ATuA FOVAFEERZIET L F=var (PSL)
1 mg/kg/ H O MR % BIAG, Wik L7z, AZEEREE CKHIFIE
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Fig. 2 Clinical course.

After intravenous methylprednisolone therapy (1,000 mg/day, 3 days), serum CK level and cardiac ejection fraction

were normalized, whereas disturbance of consciousness remained. Electroencephalogram on day X + 219 revealed

NCSE, and disturbance of consciousness improved remarkably by antiepileptic treatment with LEV. Proximal skeletal

muscle weakness improved gradually.

CK: creatinine kinase, m-PSL: methylprednisolone, PSL: prednisolone, LEV: levetiracetam.
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KT, CTADARIEOBEIX33% LHEINTED, 9B
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BEONR—ZATHEL TS, F/EIED nAE Tld ICIs
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D irAE % I L72EFATIERMBOEREHo s L S5
ZEp5Y, REHBICOVTIZEGE TRBEIZE L TWwD
irAE 13 ICIs Bi#E 425 3~4 » ARE CRIET 2 HMEN S
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immunotherapy in

A case of myopathy, myocarditis, and encephalitis with nonconvulsive status epileptics
after immune checkpoint inhibitor therapy for ureter cancer

Sayaka Akazawa, M.D.?, Yoshihisa Otsuka, M.D., Ph.D.?, Rei Hashimoto, M.D.",
Minori Matsumoto, M.D., Ph.D?, Yukihiro Yoneda, M.D., Ph.D.? and Yasufumi Kageyama, M.D.?

Y Division of Neurology, Hyogo Prefectural Amagasaki General Medical Center

2 Division of Urology, Hyogo Prefectural Amagasaki General Medical Center

A 72-year-old man, who had received pembrolizumab of immune checkpoint inhibitor (ICI) over 6 months for ureter

cancer, developed progressive skeletal muscle weakness, dysarthria, dyspnea, and consciousness disturbance over the

past two weeks. The systemic work-up tests documented an encephalitis, myopathy, and myocarditis. Multiple
autoimmune antibodies of anti-Ty, anti-titin, anti-kv1.4, anti-GM1 and anti-GD1la were positive in the serum. Although

myopathy and myocarditis responded to high-dose

steroid pulse therapy,

encephalopathy deteriorated.

Electroencephalogram showed a fluctuated pattern of rhythmic delta activity with fast waves, and a rapid response to

intravenous diazepam revealed a condition of nonconvulsive status epileptics (NCSE). The patient had an uneventful

course after anti-epileptic medication. The ICIs therapy may trigger a broader activation of multiple autoimmune

mechanisms. When an encephalitis by immune-related adverse events does not respond to standard immunotherapy,

NCSE may be a main pathophysiological mechanism, thereby anti-epileptics being an alternative treatment option.
(Rinsho Shinkeigaku (Clin Neurol) 2022;62:395-398)
Key words: immune-related adverse events (irAE), immune checkpoint inhibitor (ICI), myopathy, encephalitis,

nonconvulsive status epileptics (NCSE)




